Introduction
Five patients with the rare condition of purpura hyperglobulinaemia have attended this department during the last 10 years; I wish to draw attention to the development in one patient of ulcerative colitis and to the occurrence of rheumatoid arthritis in that patient's family; in a second patient rheumatoid factor was found in the serum. Waldenstrom (1943) described purpura hyperglobulinaemia as an unexplained chronic relapsing purpura associated with normal platelets but an increased capillary fragility and a raised serum globulin, later shown to be electrophoretically characterized by a broad gamma peak. The purpura occurs mainly on the legs and there is resulting residual brown pigmentation. In general the bleeding tendency is limited to the skin; it is suggested (Schmergler & Esser, 1952) that the capillary damage is the direct result of the abnormal globulin damaging the capillary wall. The coagulation mechanism is normal and there are no cryoglobulins. Marrow smears may show an increase of reticulum cells (Horster, 1950) , marrow hypoplasia (Taylor & Battle, 1954) or a lymphocyte infiltration (Waldenstrom, 1954) . Strauss (1959) (1956) . In addition to the standard SCAT used for routine work. SCAT titres were also estimated using 1/8000, 1/20,000 and 1/40,000 sensitization of the red cells. (g/100 ml) (g/100 ml) (g/100 ml) The results are given in Table 1 , where it will be seen that the proposita (A) has a raised IgG but unsignificant latex and SCAT titres, whereas the live aunt (B) who has rheumatoid arthritis has the expected high titres. Raised total globulins occur in one sister (H) who is quite well, in one brother (F) and in one son (M). Raised IgG values were found in these three (H, F, M) . One brother has a raised IgA (D).
The routine standard SCAT and latex titres of the family are unremarkable: only the aunt with rheumatoid arthritis shows a raised titre but two other aunts had died with this condition.
However, it will be seen that by raising the degree of sensitization of the sheep cells (particularly with a sensitization titre of 1/8000 at which the international standard gives a titre of 1/4096) a slight degree of positivity is revealed in some members of the family. There are no control studies at this degree of sensitization for valid comparisons. The latex titre is also seen to give raised levels in some family members, albeit there is no correspondence.
Estimation of anti-colon antibodies in the family produced negative results in all members of the family, including the proposita with ulcerative colitis.
Discussion
If purpura hyperglobulinaemia is a 'disturbedtolerance' disease, as is rheumatoid arthritis, it is perhaps not surprising to find the development in our patient of another autoimmune disorder, namely ulcerative colitis. The fact that disease in this family is confined to the female members, and the evidence of protein and immunoglobulin abnormalities together with the possible tendency to raised titres of rheumatoid factor, support the 'disturbed-tolerance' supposition.
Hyperglobulinaemia is known to be common in relatives of patients with SLE. Both Leonhardt (1964) and Waldenstrom (1961) describe purpura hyperglobulinaemia in the spectrum of SLElike syndromes and mention family cases. There is also a high incidence of rheumatoid factor in relatives of patients with acquired agammaglobulinaemia (Fudenberg, German & Kunkel, 1962 Henoch's purpura the y-globulin is only expected to be raised during the attack. Henoch's purpura is acknowledged to be predominantly a male condition and, perhaps in keeping with the frequency of preceding infection (Kreidberg, Dameshek & Latarroea, 1955) often of streptococcal type, all authors are now agreed that nephritis occurs in 40-60% of cases (Heptinstall, 1960) and furthermore that this condition may be a generalized vasculitis. Apart from the possibility of acute tubular necrosis in purpura hyperglobulinaemia as in the case of Birch et al. (1964) and, as reported by Waldenstrom (1961) , acute renal failure in a patient whose condition progressed into an SLE-like condition, other authors do not mention a glomerulo-nephritis associated with purpura hyperglobulinaemia. This may merely be a reflection of the paucity of cases for both Henoch-Schonlein purpura and purpura hyperglobulinaemia might be expected to be conditions in which there are at times circulating antigen-antibody complexes. However, there may well be a case for distinguishing purpura hyperglobulinaemia, as a 'disturbed-tolerance' condition, from Henoch-Schonlein disease as a similar type of hypersensitivity phenomenon often associated with streptococcal infection.
